(A) Deletion of SET1 restores gene expression in response to osmostress in an rsc9 degron strain. Wild-type and rsc9 degron and rsc9 degron set1 mutant strains were grown in YPGal at 25 ºC, shifted to 37 ºC for 2 h and then subjected to osmostress (0.4 M NaCl) for the indicated times. RNA was probed for analysis of STL1, CTT1 and ACT1 (as a loading control) expression.
(B) Sensitivity to caffeine that is associated with RSC mutants is not suppressed by deletion of SET1. Wild type and the indicated mutant strains were spotted on plates without and with 5 mM caffeine. Growth was scored after 4 days.
(C) The transcriptional defect of the rsc9 ts strain after heat stress is not restored by deletion of SET1. The indicated strains were grown in YPD at 25 ºC up to OD 660 0.5, were shifted to 37 ºC for 2 hours and were then subjected to heat shock at 42 ºC for the indicated times. RNA was probed for analysis of CTT1 and ACT1 (as a loading control) expression. Wild type and set1∆ strains were grown in YP with either raffinose 2% or glucose 2%, and galactose 2% was then added to the cultures growing in raffinose. At mid-log phase samples were taken for ChIP analysis of the levels of trimethyl H3K4 (using the Abcam antibody) at the promoters of GAL10 and STL1. As a control, chromatin from the wild type and set1∆ cells was immunoprecipitated without antibody (no Ab). PCR samples were amplified with TEL as a loading control (upper band). Quantification of the bands is shown at the bottom. Cells were grown at 25 ºC and shifted to non-permissive temperature (37ºC) for 2 hours.
Histone H3 occupancy of the STL1 ORF in wild type and rsc9 ts mutant cells untreated or treated with a mild osmotic shock (0.4 M NaCl) at the indicated times was analyzed using ChIP assay followed by real time PCR. Histone H3 occupancy was normalized to that of a telomere control and H3 levels of untreated samples were set to one as a reference of each strain. Data represent the mean and standard deviation of three independent experiments. Nadal-Ribelles et al. Figure S1 Nadal-Ribelles et al. 
